Section for the Study of Di8ease in Children 711 [January 22, 1932.] Three Cases of Obstruction of the CEsophagus.-J. N. O'REILLY, M.B.
(for Dr. DONALD PATERSON).
The following three cases, illustrating the principal non-traumatic forms of aesophageal obstruction, were admitted to the Hospital for Sick Children, Great Ormond Street, within a period of two months last year.
I.-Baby D., 8 days old, admitted on account of vomiting during or immediately after each feed since birth. The food came back through the nose and mouth, and the expulsion was quite effortless.
On examination there was marked adenoid hypertrophy with much mucus in the nose and throat. The abdomen was distended and succussion splash was easily obtained. Several attempts at feeding were made but regurgitation occurred immediately and the child became cyanosed. A small stomach tube was passed but could not be pushed further than a distance of 4 in. from the lips. A skiagram after an opaque feed showed obstruction of the cesophagus at the level of the third dorsal vertebra.
There was no evidence of tracheo-cesophageal fistula ( fig. 1) Skiagrams showed dilatation of the cesophagus with closure of the cardia ( fig. 3 ). On the screen it was found that food remained in the cesophagus for about five minutes before passing into the stomach. Mobility of the upper part of the cesophagus was good.
A mercury bougie was passed once daily before the mid-day meal. After the first day of treatment there was no further vomiting. The child was taught to pass FIG. 3.-Achalasia of the cardia. the bougie herself, and was then discharged home to continue treatment. Unfortunately the treatment was neglected at home and the vomiting commenced again. She was admitted to Cheyne Hospital in September, and was there found to be vomiting and losing weight. During her first week in hospital she lost 3 lb. She was very depressed at the prospect of using the bougie again. It was found, however, that if she was made to sniff saline up her nose into the naso-pharynx, it caused her to cough and vomit up about half an ounce of mucus and saliva. After this she was able to take her food normally. She gained 241 lb. in two months of this treatment. The diagnosis was " achalasia of the cardia."
I am indebted to Dr. Wilfred Sheldon for the account of this patient since leaving Great Ormond Street.
Comment.-These cases illustrate the three principal causes of vomiting of undigested food found in children.
The condition of congenital atresia of the cesophagus (Case I) has been described with a full review of the literature by Cautley [1] . Analysis of the records of the Hospital for Sick Children shows that there were six such cases among about six thousand autopsies [2] . The condition is due to a developmental defect. Keith and Spicer [3] ascribe it to irregular growth of the tracheo-oesophageal septum. Not infrequently there is a communication between trachea and cesophagus. No such fistula was found in the case described, although autopsy was not performed. On clinical and radiological grounds it may be assumed that probably no fistula existed.
The form of obstruction found in Case II has been described, with a review of the literature, by Sheldon and Ogilvie [4] . In ten cases studied by them they found the following symptoms: Wasting, constipation, and regurgitation of undigested food were noticed either from birth or from some period during the first year. The symptoms became worse when the child was tried with solid food. Radiologically, there was delay of the opaque bolus about the level of the seventh dorsal vertebra. Two of their cases came to autopsy. The first was found to have a fibrous structure at the level of the seventh dorsal vertebra. The other, having been dieted very carefully, had complete remission of symptoms for twelve months before death, which was due to tuberculous meningitis. No abnormality of the cesophagus was found.
The cause of the condition is not known. It has been ascribed to achalasia of the middle portion of the cesophagus. In the cases which have come to autopsy no evidence of this has been found. Another cause suggested is that the cesophagus develops slowly to its full size. The condition appears to be a self-limiting one, and it is consistent with the absence of pathological findings in the recovered case that recovery is due to growth of the cesophagus to normal size. It is also consistent with 'the clinical finding that the most successful treatment appears to be the administration of fluids and semi-solids over a long period.
Dilatation with a mercury bougie was tried in several cases by Dr. Sheldon, but was rather less successful than the fluid diet. In the case described, the child was definitely worse after dilatation-no doubt because a traumatic spastic element was being superadded.
Achalasia of the cardia is rare in infants and uncommon even in later childhood. Case III, however, appears to come into the group. The child was treated with success by a mercury dilator and relapse was due solely to abandonment of this. The alternative treatment devised by Dr. Sheldon suggests that there was a psychological element in the case. The skiagram, however, appears to prove that this was not the whole condition. Pathologically the lesion is said to be an inflammation and degeneration of Auerbach's plexus. Such a condition was found by Cameron at autopsy of a child with cesophagectasia, and has been described by others in adults.
I wish to thank Dr. Donald Paterson, under whose care these patients were, for permission to report them.
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[ Child., 1929, iv, .347. Di8cussion.-Dr. F. PARKES WEBER said he believed that cases of achalasia of the cardia were not so extremely rare in children as was formerly supposed. He thought that the doctor was sometimes wrongly led to the supposition that the symptoms were partly due to a psychic cause.
Dr. POYNTON said with regard to the nervous aspect of achalasia, that some years ago a child aged between 7 and 10 years had been brought to him with symptoms of very severe spasm of the aesophagus. These had followed a rescue from a torpedoed vessel. The attacks were so severe that several times the child fell down and was thought to be dead. She died in one these attacks. The trained nurse told him that the spasm was often relieved by vomiting, and that in order to induce this, she (the nurse) would put her finger at the back of the child's throat and could actually feel it grasped by the spasm. The shock of the calamity at sea seemed to be the starting point of this extraordinary condition.
Dr. LEONARD FINDLAY: CEsophageal stenosis is a subject requiring all the elucidation possible. While cesophageal atresia is very generally known, and the error of development which causes it, well understood, congenital stenosis, on the other hand, is not generally appreciated, and its cause is even less well understood. Although there are over eighty records in the literature of congenital stenosis in childhood, in comparatively few do we know more than that there was an obstruction and where this was situated. This is owing to dearth of post-mortem evidence, and the infrequency with which endoscopic examination has been carried out. In the great majority of cases reliance has been placed on X-ray examination and the passage of a bougie. By neither of these means of investigation can any help in the elucidation of the nature of the obstruction be obtained. The X-ray appearances are identical, whether the obstruction be due to spasm, to the presence of a membranous diaphragm, to fibrous thickening of the wall, or to a narrowing of the lumen.
It has not infrequently been concluded that because the associated dysphagia has suddenly and completely disappeared after the passage of a bougie, the obstruction must have been spasmodic, The same result, however, may happen when the stricture is due to the presence of a membranous diaphragnm. J. P. Clark1 records how during an endoscopic examination he saw at the entrance to the (esophagus a membrane which ruptured immediately when the end of the instrument came in contact with it. This shows the unreliability of any opinion formed on the blind passage of a solid instrument.
From the literature I have been able to trace about twenty-three cases in which it was possible to express a definite opinion regarding the nature of the lesion. Of these, fifteen were post-mortem findings, five were endoscopic observations, and in three an operation revealed the true state of matters. The lesions discovered in these cases were (1) a simple narrowing of the lumen for a short distance of the length of the cesophagus, (2) a membranous diaphragm, (3) a fibrous or a fibro-muscular thickening of the wall of the gullet, and (4) spasm of the circular muscular fibres. Simple narrowing of the lumen and a membranous diaphragm, both of which are frequently considered analogous to atresia, were present at the most diverse levels of the viscus. This surely points to a different Eetiology in stenosis and atresia. A more probable explanation is to be found in defective or perverted vacuolation of the wall of the cesophagus. During the process of development of the gullet, increase in the lumen takes place by vacuolation of the wall; the vacuoles gradually enlarge and finally rupture, causing a relative increase in the diameter of the viscus. It also seems possible that by the persistence of some portion of the wall of the vacuole, or through the absence of vacuolation for a short distance, a valve-like deformity (membrane) would result.
Severe Acute Hmmoglobinuria in a Boy.-F. PARKES WEBER, M.D.
Patient, R. V., aged 3 years, well-developed boy, admitted to hospital on November 27, 1931, with the history that on November 2-5, when taken out for a walk, he felt unwell, and in the evening, after his return, his urine was noticed to be red. All the urine subsequently passed before his admission to hospital had the same appearance. On admission he was still passing urine of the colour of "fruity" port wine, clear, and giving the spectrum absorption bands for oxy-hEemoglobin
